Tingling is a symptom of a nerve lesion. The lesion is often relatively innocent, such as the carpal tunnel syndrome. We present a patient with tingling in the axilla, for a long time dismissed as 'brachial neuritis', where the lesion was not innocent.
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Case report
A 41-year-old man was referred because of pain in the neck spreading down the shoulder and inner surface of the left upper arm with tingling in the axilla. During the year before he had been seen by several specialists and was treated with various forms of physical therapy without relief. The pain prevented all sleep. On examination only a disputable hardening of the left scalenus muscle was found. The chest X-ray of a year before was reviewed and found normal. Magnetic resonance imaging showed a mass in the apex of the lung and an eroded first rib ( Figure 1) . A biopsy revealed an undifferentiated carcinoma. Resection was considered impossible. High dose radiotherapy produced a good result initially. After 8 months the pain returned and on examination a Horner's syndrome and wasting of the small muscles of the left hand was found. Despite repeated radiotherapy he developed paraparesis and died.
Discussion
The symptom of tingling in the axilla was the clue to the final diagnosis. The axilla is innervated by the intercostobrachial nerve formed by the second thoracic root. The nerve can be directly damaged by axillary dissection for carcinoma of the breast', In all other cases the thoracic root must be involved. That is why pain or tingling in the axilla Spontaneous haemoperitoneum in labour from ruptured utero-ovarian vessels must lead to chest X-ray with special attention to the apex of the lung. In our patient the importance of this symptom was overlooked.
Carcinoma in the apex of the lung can involve the lower part ofthe brachial plexus (C8, Tl and T2). Early symptoms are pain in the shoulder, pain or tingling in the axilla, or pain at the ulnar side of the arm. Later, Horner's syndrome and weakness with wasting of the small muscles of the hand may develop'', In patients with one of these symptoms a chest X-ray should be made and followed by computed tomography or magnetic resonance imaging of the brachial plexus when symptoms persist".
Early diagnosis may affect the prognosis and will at least prevent patients being treated by neck traction", References J Thorac Cardiovasc Surg 1975; 70:1095 -104 (Accepted 31 May 1990 She was admitted at 29 weeks with abdominal pain and contractions. Clinical diagnosis of placental abruption was supported by ultrasound scan. Emergency caesarean section was booked when fetal distress was apparent on cardiotocograph. The patient was shocked on arrival at the theatre. At laparotomy, there were 2litres of blood in the peritoneal cavity. Caesarean section was carried out through a well formed lower segment. A 1.6 kg baby with an Apgar score of 0 was delivered easily but survived only 10 days. A 100 ml retro-placental clot confirmed an associated placental abruption. Actively bleeding ruptured vessels coursing the posterior leaf of the left broad ligament were identified and ligated. All abdominal and pelvic viscera were found to be intact. After 5 units blood tranfusion, postoperative recovery was uneventful.
In her subsequent "pregnancy, the patient had prolonged hospitalization with abdominal pain. Elective caesarean section at 37 weeks showed no abnormalities.
The uterine and ovarian vessels anastomose freely between the leaves of the broad ligament. The tremendous increase in the venous pressure in pregnancy, absence of valves in the draining ovarian veins and the inherent weakness ofthe vessel walls predispose them to rupture.
The majority of ruptures occur in labour. Sudden increase in the venous pressure as in labour, muscular activity, coitus, coughing, lifting, and defaecation may have a role in 'spontaneous' rupture of these vessels. Previous surgery on the uterus, leiomyoma and multiple pregnancy have been associated with this condition. For the first time an association with placental abruption is noted in this case.
Haemoperitoneum or broadligament and retroperitoneal haematoma follows rupture. In either event, acute abdominal pain is the first symptom quickly followed by shock", Pelvic mass" or peritonism may be found on clinical examination. Ultrasound scan is useful to exclude placental abruption (the most frequent misdiagnosis), detect free fluid and guide a paracentesis needle in non-urgent cases 5 ,6 . Diagnosis in labour is difficult and delayed with poor outcome. Labour pain masks the initial symptom of pain. Hypotension may be mistakenly attributed to analgesia.
Spontaneous haemoperitoneum in pregnancy has also been reported from rupture of various abdominal and pelvic organs and aneurysmal vessels.
Treatment consists of replacement of blood loss and timely surgery to arrest haemorrhage. In early pregnancy ligation of the vessels is recommended", Caesarean section is often required in late pregnancy for adequate exploration. Traction on the uterus occludes ruptured vessels and should be avoided at exploration. Hysterectomy has been employed to arrest haemorrhage when the bleeding points are obscure". Advances in anaesthesia and transfusion have reduced the maternal mortality from 49.3%2 to 4%7. However, fetal death, mainly due to maternal shock, remains high at 31%.
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Increased awareness of this complication should improve the outcome.
Although a second rupture in the same pregnancy has been reported", recurrence in a subsequent pregnancy is unknown.
Neurofibromatosis, first described by Von Recklinghausen in 1882, is a hamartomatous disorder of neural crest derivatives. Along with the well known neuroectodermal changes, mesodermal organ involvement (vascular lesions) is also seen. Hypertension resulting from pheochromocytomas in association with neurofibromatosis is documented', That neurofibromatosis may be the cause of renal artery abnormalities and resulting hypertension is not well understood.
Case report
A 30-year-old woman was referred for investigations of hypertension in October 1987. She was found to be hypertensive during her first pregnancy in 1986 and she continued to have raised blood pressure after the delivery. There was no history of loin pain or haematuria. Her medication included bendrofluazide 2.5 mg daily and hydrallazine 50 mg twice a day. She had cholecystectomy at the age of 17 years and there were no problems with hypertension at that time. On admission the blood pressure was 140/110 mmHg in both arms. She had classical neurofibromatosis with cafe-au-lait patches and numerous soft tissue tumours over the trunk. The heart rhythm was normal and there were no signs of cardiac failure. No haemorrhages or papilloedema were seen in the optic fundi. Both femoral artery pulses were normal and synchronous with the radial artery. There was no bruit or murmur in the abdomen or neck.
Haemogram and urinalysis gave normal results, blood urea 3.2 mg/dl, serum creatinine 57 /-Imol/l, creatinine clearance 110 ml/min. Twenty-four hour urinary VMA on two occasions was normal. Australia antigen and HIV tests gave negative results and the electrocardiograph was normal. Renograms were done to show differential renal functions. Post-captopril DTPA scan showed diminished function of right kidney. This was suggestive of renovascular disease on the right side. Chest X-ray showed the heart was not enlarged and lung fields were clear. Abdominal CT gave no evidence of pheochromocytoma, Digital subtraction angiography (DSA)interestingly revealed a renal artery aneurysm on the right side. The left renal artery and left kidney were normal.
The patient was persuaded to undergo elective surgery of the aneurysm in view of the grave possibility of rupture during any future pregnancies.
At operation the aorta and the right kidney were exposed by a long right paramedian transperitoneal approach. No atheromatous plaque was felt in the aorta. The right renal artery was found to have a fusiform aneurysm 2 em in diameter in its middle third. The aneurysm was excised. Re-vascularization of the right kidney was done by a reversed saphenous vein aorto-renal interposition graft. Intraoperative Doppler probe (Sonicaid) was used and it confirmed patency of the graft as well as uniform and good blood flow throughout the renal parenchyma. Her postoperative recovery was uneventful.
Histopathology showed a fusiform aneurysm of right renal artery with marked atherosclerosis.
DSA after 3 months showed patency and good function of the interposition graft.
